on the left musculomembranous vocal fold. The patient also has left vocal fold paralysis.
A 66-year-old woman presented to our office with a 4-month history of hoarseness that coincided with an upper respiratory infection. She described an inability to project and shortness of breath while speaking. She had been told by her local otolaryngologist that she had a paralyzed vocal fold, and computed tomography of the neck with contrast had been negative. Her history was significant for a sliding hiatal hernia, gastroesophageal reflux disease, and a 30-pack-year history of smoking.
On evaluation in our office, the patient's voice sounded slightly breathy, mildly raspy, and high in pitch. Strobovideolaryngoscopy revealed immobility of the left vocal fold with a jostle sign, muscle tension dysphonia, reflux laryngitis, vocal fold bowing with glottic insufficiency, and a left vocal fold pseudocyst-a "paresis podule" 1 (figure). Paresis podules are localized areas of Reinke edema that can develop on paretic or paralyzed vocal folds, or on the contralateral vocal fold. These lesions form at the middle of the striking zone as a result of shearing forces and microvascular damage caused by asymmetric closure.
1,2 Their presence should prompt an investigation for vocal fold paresis.
Because the paresis podule helps close the glottic gap caused by the paresis, it generally should not be removed surgically, especially in the absence of other successful treatment for glottic incompetence. After a comprehensive neurolaryngologic evaluation, initial therapy for a paresis podule should be directed at the vocal fold paresis. Aggressive antireflux measures, when appropriate, and voice therapy should be included. Surgical interventions can be pursued if nonsurgical management fails to improve the dysphonia.
